.hen substitute this value of fad0 along with the values of .FIE(70) md FI^E^O) into Equation D-9 to give an exposure-history-/^//?! -ipecific estimate of the true relative risk at age seventy in "exposed" individuals. If we substitute ^^(70) and F13s(7Q) instead, ve get an estimate of the true relative risk at age 70 in "unexposed" ndividuals. Note that if we had an independent estimate of fa, ve could also estimate do. Given fa/fa and (a, b, c] (and thus fad0 sy Equation D-10), our estimate of do is inversely proportional to mr estimate of fa.
Estimation of d0
Remark 9: Interpretation of fa and do fa, when estimated from iata on active smokers, is the fractional increase in the rate of the irst cellular event per actively smoked cigarette. Since cigarettes differ in carcinogenic potency, neither fa nor do are biological constants. Therefore, we must specify the type of cigarette to which ive want our estimate of fa to refer. In this Appendix, we shall let 0i be the functional increase in the rate of the first cellular event issociated with one current nonfilter U.S. cigarette containing 20 nng tar as smoked by an average U.S. citizen. In Section D-2 we adjusted our estimates of fa from the Doll and Peto data (1978) svith this definition of fa in mind. Even after adjustment, fa will still be defined in terms of the cigarettes smoked by the study subjects in the American Cancer Society (Hammond, 1966) and European case-control studies (Lubin, 1984), which, on average, :ontained more than 30 mg of tar (since most of the cigarette exposure in these studies occurred before the adoption of low-tar :igarettes). Thus, if we wanted to define fa in terms of actively smoked unfiltered cigarettes with a tar content of 20 mg, one might further divide all estimates of fa (and multiply all estimates of do) by a factor of 1.5 to 2, although we have not chosen to do so. One must still consider the possibility that the lower relative risk found in the European and ACS data compared to the British data is a consequence of the fact that there was less misclassification of smokers as nonsmokers among the British doctors than among the ACS or European case-control study populations. Since, presumably, doctors are accurate reporters, such an assumption may not be unrealistic. If so, the baseline rate among nonsmokers from the ACS study would be falsely inflated upwards and the values of fa of 2.93 and 0.803, as originally estimated for the British doctors,ure in the 1920st one smoking parent. Then, correcting for misclassification, our best estimates of pas and paE are 0.44 and 100,000 Sleight. Beta blockade during
